0:0 this study we prospectively evaluated cardiac performance in 184 neonates admitted consequtively to neonatal hntenet ve care because of early-onset respiratory disorder. We measured right and left ventricular systolic time intervals (RVSTI and LVSTI), blood pressure and heart rate at admission (2.9 + 0.8 h), at 5-7 h and at [24][25][26] Enzyme activity for demethylation processes can be estimated in vivo non-invasively by 13C-breath tests (BT). After oral intake of stable isotope labeled 13C-aminopyrine (AP) (2 mg/kg) resp. 13C-methacetin (MAC) (1,5 mg/kg) 13C02-concentration in breath samples measured by ratio mass-spectrometry will reflect cytochrom P450 dependent AP-N-demethylation resp. P448 MAC-O-demethylation. Neonates of epileptic women exposed prenatally to anticonvulsants were studied by 13C-AP-(n=25) and 13C-MAC-BT (n=18) while 6 non-exposed newborns served as controls. Half I ife times of diaplacentally acquired anticonvul sants were detennined in 14 resp. 7 of the exposed neonates. The 2 h cumulative 13C-el imination of exposed newborns (7.1 range: 3.4-15.0 (%13C-dose) ) was significantly (p-c 0.005) above those of non-exposed neonates (1.7: 1.0-3.2) in 13C-AP-BT as well as in 13C_ MAC-BT (18.9: 13.8-25.B versus 9.7: 5.3-1B.o) (p<0.05). In nonnal neonates AP-N-demethylation amounts to only 15 % of those values found in older children aged 2 y or more, while MAC-O-demethylation at that time is significantly higher (30 % of older control s) •However, the intrauterine exposure to anticonvulsants will induce both demethylation processes to the same degree (60 % of older controls). Enzyme induction estimated by 13C-BT did not correlate in all instances with half life time of anticonvul sants detennined in the same individuum,reflecting the multiplicity of enzyme systems and selectivity of the different tests. 
&= prolonged over that observed in controls In severe resp.rratory dl.stress of term neonates, pulmo nary hypertension is an early and important factor; later at the age of 6 h and thereafter, signs of impaired left ventricular performance emerge. In pre-term infants, restricted left ventricular performance appear at early stages of respiratory disease, and may be associated with insufficient maintenance of systemic blood pressure.
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Enzyme induction following prenatale exposure to anticonvul sents measured by 13C-breath tests D.RATING* 1J, H.MU* 2l' H. Helge 1) Department of Pediatricslland 2 Institute of Embryonalphannacol ogy, Free University of Berl in, GFR Enzyme activity for demethylation processes can be estimated in vivo non-invasively by 13C-breath tests (BT). After oral intake of stable isotope labeled 13C-aminopyrine (AP) (2 mg/kg) resp. 13C-methacetin (MAC) (1,5 mg/kg) 13C02-concentration in breath samples measured by ratio mass-spectrometry will reflect cytochrom P450 dependent AP-N-demethylation resp. P448 MAC-O-demethylation. Neonates of epileptic women exposed prenatally to anticonvulsants were studied by 13C-AP-(n=25) and 13C-MAC-BT (n=18) while 6 non-exposed newborns served as controls. Half I ife times of diaplacentally acquired anticonvul sants were detennined in 14 resp. 7 of the exposed neonates. The 2 h cumulative 13C-el imination of exposed newborns (7.1 range: 3.4-15.0 (%13C-dose) ) was significantly (p-c 0.005) above those of non-exposed neonates (1.7: 1.0-3.2) in 13C-AP-BT as well as in 13C_ MAC-BT (18.9: 13.8-25.B versus 9.7: 5.3-1B.o) (p<0.05). In nonnal neonates AP-N-demethylation amounts to only 15 % of those values found in older children aged 2 y or more, while MAC-O-demethylation at that time is significantly higher (30 % of older control s) •However, the intrauterine exposure to anticonvulsants will induce both demethylation processes to the same degree (60 % of older controls). Enzyme induction estimated by 13C-BT did not correlate in all instances with half life time of anticonvul sants detennined in the same individuum,reflecting the multiplicity of enzyme systems and selectivity of the different tests. 
EYE FINDINGS IN THE FETAL ALCOHOL SYNDROME (FAS)
Kerstin
55
Sudden infant de. ath (SID): Histological study of the external arcuate nucleus (EAN) of the brainstem S.PUGATSCH* and G.MOLZ*(sponsored by R.ILLIG) Department of Anatomy University of ZUrich CH8057 ZUrich/Switzer!. A current hypothesis I inking SID to a central nervous system dysfunction due to absence of the EAN prompted the present study. Histological examinations of the brainstem were carried out on 13 tenn and 3 pretenn infants who had SUddenly died at home between the third and 29.week of life. The control group consisted of two tenn infants,age 5 and 9 months who had died due to self-strangulation, two tenn newborns,age 3 and 18 days,dying from respiratory distress and peritonitis,respectively and in addition of 8 fetuses at 17 to 33 weeks gestational age. Each brainstem was sectioned serially from the caudal pons to the end of the medulla at 6 -8 um intervals. Every fourth section was stained with hematoxyl in and eosin and in each case 140-160 sections were analyzed. Neurons were counted separately in two areas in which the central chemoreceptors may exist,one located rostrally of the hypoglossus root(field 1), the other medially to the rostral part of the hypoglossus root (field 2). Results were as follows: 1)all SID-infants demonstrated the EAN. 2) number of neurons per area decrea~ed~ith infants growth' by 20 weeks we found 1.39Dx1D /mm , by bir 3h 7~x103/mm2,in SID-infants and in controls 50- 
